Isolated reports of spontaneous neoplasms in the adenohypophysis of dogs are occasionally encountered in the literature. A review of 67 hypophysial neoplasms in dogs revealed they had been classified histopathologically as adenomas composed of basophils (23 dogs)ll39 acidophils (4 dogs)GI 1% 28, 37, 40, unspecified cells (12 dogs)21, 301 51, 52, a mixed cell population (2 dogs)3; or cells derived from the pars inter-media22; adenocarcinomas (2 dogs)23* 30; craniopharyngiomas (4 dogs) 309411 54; and an infundibuloma (1 dog)42. Although many hypophysial neoplasms in dogs were histologically composed of chromophobes, i. e., cells whose cytoplasm was devoid of demonstrable secretory granules, they were associated with a variety of dramatic functional disturbances usually related to hyperfunction of the adrenal cortex. According to the classical view of hypophysial cytology, however, the acidophils and basophils are considered to be the actively secreting cells of the pituitary whereas chromophobic cells are the resting, reserve, or depleted stages of the two chromophil cell types. Recent studies using autoradiography47 and electron microscopy24~ 48 have revealed that the hypophysis contains a morphologically distinct chromophobic cell, termed a corticotroph, responsible for the production of adrenocorticotrophic hormone (ACTH).
terrier. The remaining cases occurred randomly in various breeds (Table I) . Male dogs (15 cases) were more frequently represented than females. This differs from the situation in human beings where females are more frequently affected (4:l) than males55. Thirteen dogs with pituitary neoplasms had been castrated (Table 11 ). Diabetes insipidus was the most consistently encountered (92 yo) clinical sign in dogs with pituitary neoplasms ( Table 111 ). The affected dogs drank excessive amounts of water and excreted a large volume of urine with a low specific gravity. The administration of exogenous pitressin to the dogs resulted in an elevation of the specific gravity of the urine and a reduction in the amount of water consumed. Clinically, the pituitary neoplasms in 16 dogs were functionally active and produced a syndrome of hyperadrenocorticism manifested by muscular weakness, bilaterally symmetrical alopecia, obesity, abdominal distension, and hyperpigmentation or mineralization of the skin ( Table 111 ). The typical clinical appearance of dogs with a Cushing's-like disease is illustrated in Fig. 2 . An increased production of adrenal corticosteroids is known to result in increased catabolism of protein by enhancing gluconeogenesis55. The gradual loss of tone of the abdominal muscles and muscles of the abaxial skeleton resulted in abdominal enlargement ('pot-belly'), lordosis, and trembling. Apparently as a result of the muscular asthenia, several dogs assumed a straight-legged, skeletal-braced posture. The initial changes in the skin were observed over the points of wear. The hair coat became thin, rough, and dry. Hair shafts were easily broken and dislodged from their follicles. These changes soon extended to involve a considerable percentage of the skin. The alopecia was characteristically bilaterally symmetrical over the flanks, perineum, extremities, and behind the ears. The skin was fine in texture. There was a striking mineralization of the skin in 4 dogs. The mineral deposits varied considerably in size (2 to 17 cm in greatest diameter) and did not have a characteristic anatomic pattern of distribution. The skin in these areas was irregularly elevated by the presence of an opaquewhite deposit of mineral, the hair shafts were dislodged from their follicles, and the epidermis was ulcerated (Fig. 3) . The areas of mineralization were often surrounded by a zone of increased melanin pigmentation. In 4 additional dogs there were focal areas of hyperpigmentation, without mineralization, particularly in the skin of the ventral abdomen, perineum, and over the points of wear. A marked abdominal distention in one dog was accompanied by several striae which were purple-red ( Fig. 4) .
Ten dogs were obviously obese and in three the obesity was accompanied by a ravenous appetite. The increased subcutaneous fat was often centripetally distributed giving the dogs a thick-necked and -shouldered appearance. Obesity was observed in dogs with moderately large hypophysial neoplasms which had involved the hypothalamus. Derangements of the hypothalamus are known to have a striking effect on the appetite. Experiments in animals have shown that localized lesions in the ventromedial nuclei produce a marked increase in appe-tite20. The anatomic location of this nucleus predisposes it to involvement by a large, dorsally-expanding growth in the hypophysis.
In the remaining 10 dogs the pituitary neoplasms (6 chromophobe adenomas, 4 adenomas of the pars intermedia) appeared clinically to be functionally inactive. Small pituitary tumors were not detected clinically and were found incidentally during necropsy. The large neoplasms, by compressing or destroying the pars distalis and/or hypothalamus, resulted in a syndrome of hypopituitarism. The dogs were emaciated ('pituitary cachexia') ( Fig. 5 ) and the gonads were atrophic in uncastrated animals. In bitches there was a cessation of estrus. Disturbances of central neural function were noted in dogs when the hypophysial neoplasm had extended dorsally through the hypothalamus and into the thalamus. These functional disturbances included hyperesthesia, hyperirritability, personality change, tremors, and delayed reff exes. Blindness, resulting from severe pressure atrophy of the optic nerves, was recorded in only 1 dog. 
Clinical Pathology
The most consistent (92 yo) clinico-pathologic alteration found in dogs with hypophysial tumors was a low specific gravity of the urine. The mean low urine specific gravity was 1.007 with a range of 1.000 -1.032. The 16 dogs with pituitary neoplasms and hyperadrenocorticism had other consistently present clinico-pathologic changes which proved useful in establishing a diagnosis (Table IV) of eosinophils in the blood were reduced below 82/mm3 in all dogs. It is known that an increased production of adrenal corticosterojds results in an intravascular destruction of eosinophils or sequestration of circulating eosinophils in the lung and spleen leading to an eosino-penia55. The total white blood cell count was consistently elevated as the mean value for 16 dogs was 18,10O/rnm3 with over 92 yo neutrophils. Corticosteroids are known to increase the formation of neutrophils, to decrease the migration of these cells into areas of infection, and, thereby, to result in a leukocytosisl4. The lymphopenia (1200 mm3) was believed to be the result of the lytic action of corticosteroids on fixed lymphoid tissue and circulating lymphocytes55. Theserum sodium, potassium, and chloride levels were within the expected limits.
The total serum corticosteroids which were measured in 4 dogs with chromophobe adenomas and hyperfunction of the adrenal cortex were significantly elevated (3.58 times) when compared to values obtained for normal adult boxer and a dog with an acidophil adenoma of the hypophysis (Table V) . The mean urinary excretion of 17-hydroxycorticosteroids in five dogs with functional chromophobe ade- (Table V) . This represents a significant increase over the reported values of 2.08 & 0.70 mg/24 h in the normal d0g46.
Macroscopic Lesions
The pituitary gland was enlarged in 24 dogs, ranging in size from 0.7 xO.6 x0.5cm( Fig.6 )upto4.0 x2.5 x2.5cm( Fig.7 ). Therewas no direct relationship between the size of the neoplasm and the occurrence or the severity of functional disturbance. Small chromophobe adenomas ( Fig. 6 ) were as likely to be associated with a syndrome of hyperadrenocorticism as larger neoplasms. The larger chromophobe adenomas were firmly attached to the base of the sella turcica but there was no evidence of erosion of the sphenoid bone. In the animal species where pituitary neoplasms are most frequently encountered, viz. dog and horse, the diaphragma sellae is incomplete. The line of least resistance in the dog, therefore, favors dorsal expansion of the gradually enlarging mass with resulting imagination into the infundibular cavity, dilatation of the infundibular recess and third ventricle, and eventual compression and replacement of the hypothalamus and thalamus. This differs from the situation in man where the complete diaphragma sella, a tough reflection of dura mater separating the hypophysis from the cranial cavity, favors ventro-lateral growth of the neoplasm and erosion of the sphenoid bones which form the walls and base of the sella turcica. Dorsal expansion of the larger pituitary neoplasms resulted in either a broad-based indentation and compression of the overlying hypothalamus or extension (up to 2.1 cm) into and replacement of the parenchyma of the hypothalamus and occasionally the thalamus (Fig. 8 ). Focal areas of hemorrhage, necrosis, mineralization, and liquefaction were frequently encountered in the larger neoplasms.
Adenomas of the pars intermedia in 6 dogs produced only a slight to moderate enlargement of the pituitary gland. The pars distalis was readily identifiable and sharply demarcated from the anterior margin of the neoplasm. The tumor extended across the residual hypophysial lumen resulting in compression atrophy but not invasion of the parenchyma of the pars distalis. The posterior lobe was incorporated within the tumor but the infundibular stalk was intact. Degenerative changes within the neoplasm were minimal.
In the 16 dogs with functional pituitary neoplasms (14 chromophobe adenomas, 2 adenomas of the pars intermedia) and hyperadrenocorticism there was bilateral enlargement of the adrenal glands. This enlargement was often striking and due entirely to an increased amount of cortical parenchyma. The adrenals measured up to 3.7 x 2.4 x 1.6 cm ( Fig. 9 ). Nodules of yellow-orange cortical tissue were identified outside the capsule in the periadrenal fat as well as extending downward into the medulla. The cortico-medullary junction was irregular and the medulla was compressed. In 14 dogs, the liver was enlarged and yellow-brown, had rounded edges, and contained an increased amount of fat. This was believed to represent an extra-adrenal manifestation of the increased adrenocorticotrophic hormone (ACTH) production. Adrenocorticotrophic hormone is known to be adipokinetic in vivo thereby increasing the release of free fatty acids from adipose tissue, elevating plasma levels, and resulting in increased deposition of fat in the liver's. The lungs grated on sectioning in 15 dogs due to mineralization of terminal portions of the respiratory tree. There were dramatic skin lesions in 13 dogs. Alopecia, usually bilaterally symmetrical, occurred alone in 10 dogs or in combination with suppurative 
dermatitis and ulceration (6 dogs), focal hyperpigmentation (5 dogs) ( Fig. lo) , and extensive mineralization of the dermis and subcutaneous tissue (4 dogs). Other macroscopic lesions included trophic atrophy of the gonads (5 dogs) and thyroid (4 dogs), generalized muscular atrophy (4 dogs), mineralization of skeletal muscles (3 dogs), and vertebral osteoarthritis (4 dogs).
Histopathology
The 26 pituitary neoplasms were classified microscopically as either chromophobe adenomas (20 dogs) or adenomas of the pars intermedia (6 dogs). Based on the predominant pattern of cellular architecture the chromophobe adenomas were subclassified into sinusoidal (13 dogs) and diffuse (7 dogs) type+. The tumor cells in the sinusoidal type were separated into compartments of variable size and shape by delicate, often incomplete, connective tissue septa containing capillaries or small venules ( Fig. 11) . The sinusoidal type was more vascular than the diffuse type and in some areas the blood sinusoids attained considerable size and appeared to be lined by neoplastic cells. When the tumor cells pallisaded along the connective tissue septa o r blood sinusoids they were more elongate in shape and had oval or spindleshaped nuclei ( Fig. 12 ). Colloid-containing follicles lined by cuboidal or columnar epithelium were found occasionally within the neoplasm. The tumor cells in the diffuse type of chromophobe adenoma lacked a chracteristic architectural arrangement and appeared as sheets or masses of large chromophobic cells. Blood vessels were small and few in numbers. The connective tissue stroma was sparse ( Fig. 13) . Follicular structures containing colloid were rarely found.
The chromophobe adenomas were composed of two types of cells, either a large or a small chromophobe cell. The large chromophobes comprised the majority (80 yo) of both types of chromophobe adenomas. They were polyhedral, had large vesicular nuclei containing from 1 to 2 prominent nucleoli, and had an abundant amount of eosinophilic cytoplasm with distinct cell boundaries. The cytoplasm was devoid of specific secretory granules with the histochemical procedures employed ; however, occasional lightly stained, fine granules were seen in sections stained with acid fuchsin-analine blue. Small chromophobes comprised the remaining (20 yo) adenomas. They were roughly onehalf the size of lnrge chromophobes, had small dark nuclei with indistinct nucleoli, and had a small amount of indistinctly demarcated Fig. 9 . Marked adrenal cortical hypertrophy and hyperplasia in a dog with a functionally active chromophobe adenoma. The scale represents 1 cm. Fig. 10 . Alopecia and focal hyperpigmentation (arrows) of the skin in a dog with a functionally active chromophobe adenoma. Fig. 11 . Sinusoidal type of chromophobe adenoma. The neoplastic cells are separated into compartments by the numerous sinusoids (S). H & E. cytoplasm. Cytoplasmic secretory granules did not occur. Mitotic figures were infrequently encountered in both types of chromophobic cells.
Remnants of the pars distalis could be identified near the periphery of the chromophobe adenomas. The line of demarcation between the neoplasm and the pars distalis was not distinct. The separation was effected by a incomplete layer of condensed reticulum but there was not a complete capsule. Acidophils and occasionally basophils were incorporated within the neoplasm near the margin. The pars distalis was partly replaced by the neoplasm or severely compressed and was composed principally of heavily granulated acidophils. The posterior lobe and infundibular stalk were either infiltrated and disrupted by tumor cells or completely incorporated within the larger neoplasms. The hypothalamus was either severely compressed or invaded and replaced by the large, dorsally-expanding chromophobe adenomas. There were increased numbers of fibrous astrocytes and hemosiderin-laden macrophages, perivascular hemorrhages, a loss of neurons, and myelin degradation within the hypothalamus and occasionally the thalamus around the expanding mass of neoplastic cells. Focal areas of hemorrhage, coagulation and liquefactive necrosis, mineralization, and cholesterol clefts occurred within the large chromophobe adenomas.
The 6 adenomas of the pars intermedia appeared to arise from the lining epithelium of the residual hypophysial lumen covering the infundibular process. The neoplasms were relatively small and strictly localized. They extended across the residual hypophysial lumen to compress the pars distalis which was composed principally of heavily granulated acidophils ( Fig. 14) . Adenomas (Fig. 14) . The histologic appearance was strikingly different from the chromophobe adenomas in that there were numerous large colloid-filled follicles interspersed between small nests of chromophobic cells. The follicles were lined by simplecolumnar epithelium, which was partly ciliated and contained interspersed mucus-secreting goblet cells. The follicular colloid was densely eosinophilic and PAS-positive (Fig. 15 ). The nests of cells between the follicles were primarily chromophobic but an occasional cell contained secretory granules of simple protein (acidophilic) or mucoprotein (basophilic). The chromophobic cells were similar in appearance to the large chromophobe cells described previously. Dense bands of fibrous connective tissue were occasionally interspersed between the follicles and nests of chromophobic cells. Mitotic figures were infrequently observed. The neoplastic cells had compressed and frequently invaded the pars nervosa and infundibular stalk.
Striking histologic changes were observed in other organs, particularly in the 16 dogs in which hyperadrenocorticism was associated with hypophysial neoplasm. There were adrenal cortical hypertrophy and hyperplasia with compression of the medulla in all dogs. The most significant finding was mineralization of either the lung, skin, or striated muscle in 15 dogs. The lung was the tissue most consistently (94 %) involved in the dogs with hyperadrenocorticism. There was a diffuse mineral deposition in the walls of terminal respiratory bronchioles, alveolar ducts, and alveoli accompanied by an interstitial, foreign-body granulomatous pneumonia ( Fig. 16) . A diffuse subpleural mineralization was observed in several dogs. Mineralization of the skin was extensive in 4 dogs. The deposition of mineral crystals along the elastic and collagen fibers of the dermis and subcutis was accompanied by a foreign-body granulomatous dermatitis. When the overlying epidermis was ulcerated there was a concomitant suppurative dermatitis. Mineral deposits in the stomach were confined principally to the muscular layers and were accompanied by a minimal inflammatory response (Fig. 17) . The spleen, thyroidal colloid, kidney, and skeletal and cardic muscles also had scattered foci of mineralization. Histochemically, the lesions were demonstrated to contain abundant calcium and phosphorus but no iron. The mineral was deposited within a matrix which was PAS-positive and resistant to diastase digestion.
The alopecic skin had a striking atrophy of the epidermis and pilosebaceous apparatus. The atrophic hair follicles were devoid of hair shafts and filled with keratinous debris. In dogs with hyperadrenocorticism there was increased lipid within hepatic parenchymal cells and lymphocytic depletion of the spleen and lymph nodes. When the hypophysial neoplasms were large and had completely replaced the pars distalis they resulted in trophic atrophy of the gonads and, occasionally, the thyroid. The seminiferous tubules were lined primarily by Sertoli cells with only a few primary and secondary spermatocytes. The numbers of testicular interstitial cells were diminished. In the ovary there were few developing follicles and cystic degeneration of 
Discussion
The results of this investigation of hypophysial neoplasms indicated the most frequently encountered (77%) type in the dog was composed of chromophobic cells whose cytoplasm was devoid of demonstrable secretory granules by conventional histochemical methods for pituitary cytology. This differs from the situation reported in the literature whereadenomascomposed of basophils are the most frequently encountered type of neoplasm in the hypophysis of dogs. We have yet to find a neoplasm composed of granulated basophils. In 62% of the dogs reported here, there was evidence that indicated the neoplasms were functionally active. The adrenal cortical hypertrophy and hyperplasia, muscular weakness and wasting, eosinopenia, leukocytosis with a neutrophilia and lymphopenia, deposition of fat in the liver, increased serum corticosteroid, and increased urinary excretion of 17-hydroxycorticosteroids all suggested the neoplasms were producing ACTH. Cushing's syndrome of hyperadrenocorticism in man was initially associated with basophilic adenomas of the hypophysis. This type of neoplasm has since been thought to be one cause of Cushing's syndrome but other types of hypophysial neoplasms have been reported. NELSON e t al. 33 described an adenoma of the hypophysis composed of chromophobic cells that by biologic assay was shown to be producing large quantities of ACTH and also melanocyte-stimulating hormone.
Adenomas derived from chromophobic cells of the pars distalis and from cells of the pars intermedia had distinctive features which were useful in their separation. Chromophobe adenomas were encountered in older dogs of the brachiocephalic breeds and most of them were functionally active. They were usually larger than adenomas of the pars intermedia and expanded dorsally to either compress or extend into the hypothalamus. Focal degenerative changes were observed frequently. Microscopically, the neoplasm was composed either of large or small chromophobic cells which assumed a sinusoidal or a diffuse pattern of arrangement. The cytoplasm was finely granular and eosinophilic but devoid of distinctive secretory granules based on examination by conventional histochemical methods. Remnants of the pars distalis could be identified near the periphery of the neoplams. The line of demarcation was not distinct as acidophils and basophils of the pars distalis were incorporated within the neoplasm near the margin. Adenomas derived from cells of the pars intermedia were seen more frequently in the non-brachiocephalic breeds of dogs and were less frequently associated with a syndrome of hyperadrenocorticism. They resulted in only a slight to moderate enlargement of the hypophysis and did not involve the hypothalamus. Degenerative changes within the neoplasm were minimal. The pars distalis was readily identified and sharply demarcated from the anterior margin of the neoplasm. The neoplastic cells appeared to arise from the lining epithelium covering the infundibular stalk and to extend across the residual hypophysial lumen and compress but not invade the parenchyma of the pars distalis. Numerous colloid-filled follicles were interspersed either between nests of chromophobic and chromophilic cells or dense bands of fibrous connective tissue.
A morphologic basis for the disturbances in water balance was found in the dogs with diabetes insipidus. The posterior lobe, infundibular stalk, and hypothalamus were either compressed or infiltrated and disrupted by the neoplastic cells. The diabetes insipidus appeared to be caused by an interruption of the non-myelinated axons which transport antidiuretic hormone (vasopressin) from the site of production, by neurosecretion in the supraoptic nucleus of the hypothalamus, to the site of release in the capillary plexus of the posterior lobe.
GROETHUYSEN e t al. 17 have shown that the interruption of 50 yo of the fibers of the supraoptico-hypophysial tract will result in diabetes insipidus. The active water resorption by the distal tubules of the kidney is thereby diminished and the ability to concentrate the urine is lost due to the lack of antidiuretic hormone.
In dogs with chromophobe adenomas and hyperfunction of the adrenal cortex the total serum corticosteroid and urinary excretion of 17-hydroxycorticosteroids were significantly elevated. The canine adrenal is known to convert cholesterol primarily to cortisol (118, 17cr 21-trihydroxy-4-pregnene-3,20-dione) with only a minor portion being converted to corticosterone (1 1,9, 21-dihydroxy-4-pregnene-3,20dione), analogous to the situation in man38. The main metabolites of cortjsol in the dog are cortol, 3-epialIocorto1, and cortolone which have a trihydroxy side chain and are not measured by the Porter-Silber reaction46. This differs from the situation in man where tetrahydrocortisol and tetrahydrocortisone are the main metabolites. These two compounds, having a dihydroxy-ketolic side chain, can be quantitated by the Porter-Silber reaction. In the dog Porter-SilEer reacting metabolites (tetrahydrocortisol and 3-epiallotetrahydrocortisol) represent less than 20% of the breakdown products of cortisol which, in the presence of the considerable amounts of nonspecific chromogens in the urine, limits the usefulness of this method. In vivo studies have shown that most of the metabolites of cortisol in the dog are reduced at C-2016. In our dogs, the 17, 21-dihydroxy-20-ketosteroid metabolites of cortisol in the urine were reduced at C-20 with sodium borohydride to compounds having a trihydroxy side chain, then oxidized with sodium metaperiodate to 17-ketosteroids, which were quantitated along with the main metabolites of cortisol by the Zimmerman colorimetric reaction.
The adenomas derived from cells of the pars intermedia in dogs22 and horses27 reported in the literature have been endocrinologically inactive. Clinical disturbances of thermoregulation and carbohydrate and water metabolism were considered the result of a derangement of neurohypophysial or hypothalamic function from compression exerted by the large neoplasm. Two adenomas of the pars intermedia reported in this investigation appeared to be endocrinologically active and were associated with a syndrome of hyperadrenocorticism. The mechanism by which adenomas of the pars intermedia resulted in stimulation of the adrenal cortex is not known. Adrenocorticotrophic hormone is produced by corticotrophs of the pars distalis in the normal animal24. Both the pars intermedia and distalis are derived embryologically from the same dorsal evagination of primitive oral ectoderm. The pars intermedia differentiates from that part of Rathke's pouch which fuses with the pars nervosa. It does not seem unlikely that cells with the potential of ACTH production could differentiate in neoplasms of the pars intermedia into actively secreting cells since, in man, Cushing's syndrome has been reported in association with non-endocrine neoplasms of the lung, ovary, thymus, pancreas, and thyroid2,13,29. In these instances a biologically active, ACTH-like polypeptide was synthesized by the neoplastic cells. Microscopically, the nests of chromophobic cells seen in adenomas of the pars intermedia were morphologically similar to the cells of chromophobe adenomas.
The focal hyperpigmentation observed in 5 dogs was believed to be an extra-adrenal manifestation of the increased production of ACTH by the pituitary tumors. Although melanocyte-stimulating hormone (MSH), produced by the intermediate lobe, is more potent in increasing skin pigmentation ACTH in large amounts can produce a similar effectzs. Despite the fact that MSH and ACTH are separate polypeptide hormones they share common amino acid sequences in their chemical structure and overlap in biologic activity. On a molar basis ACTH has about one thirtieth the darkening activity of MSH on frog skin25. Increased pigmentation of the skin has been reported in man: (1) following the injection of large quantities of ACTH into a bilaterally adrenalectomized patientas, (2) in Cushing's syndrome after bilateral adrenalectomyl5, (3) with pituitary neoplasmsl5, or (4) with ACTHsecreting neoplasms arising from nonendocrine tissue15. The increased cutaneous pigmentation in dogs was probably not the result of an overproduction of MSH because the pars intermedia was destroyed by the expanding neoplasm. In addition, the 6 dogs with adenomas of the pars intermedia did not hare a detectable increase in the pigmentation of the skin.
Dogs with functional hypophysial neoplasms consistently had extensive areas of mineralization in the lungs and other tissues of the body. The serum calcium and phosphorus were within the expected limits in the dogs examined. Our experience indicates that widespread mineralization of the lungs or skin is unusual in the dog other than in association with hyperadrenocorticism. The mechanism by which increased levels of adrenal corticosteroids alter pre-existing structures and initiate mineralization is not known; however, the principal metabolic effect of corticosteroids is to enhance gluconeogenesis whereby proteins are converted into carbohydrates and fat55. Possibly the corticosteroids altered various proteins (eg., elastin, collagen, myosin, etc.) by rearranging their molecular structure in such a way to produce a calcifiable matrix. Recent investigations have directed attention to the role of a suitable matrix in initiating the process of mineralization34. Calcium binding by various matrices is considered to be the initial and most important event in mineralization43.
Summary
Twenty-six neoplasms of the adenohypophysis were classified either as chromophobe adenomas (20 dogs) or adenomas of the pars intermedia (6 dogs). In 62% of the dogs the neoplasms were functionally active (14 chromophobe adenomas, 2 adenomas of the pars intermedia) and associated with a syndrome of hyperadrenocorticism (Cushing's-like disease). The adrenal cortical hypertrophy c A P E N / . hf A R T I N / K 0 E S T N E R and hyperplasia, muscular weakness and wasting, leukocytosis with a neutrophilia, eosinopenia and lymphopenia, deposition of fat in the liver, increased serum corticosteroid, and increased urinary 17-hydroxycorticosteroids all suggested the neoplasms were producing ACTH. Mineralization of the lungs and other tissues was consistently present in dogs with functional neoplasms.
Adenomas of the pars intermedia appeared to arise from the lining epithelium of the residual hypophysial lumen covering the infundibular process. They were sharply demarcated from the compressed pars distalis.
Zusammenfassung
Von 26 Tumoren der Adenohypophyse des Hundes wurden 20 als chromophobe Adenome und 6 als Adenome der Pars intermedia klassifiziert. In 62% der Falle waren die Neoplasmen funktionell aktiv (14 chromophobe Adenome, 2 Adenome der Pars intermedia) und mit Hyperkortizismus (Morbus Cushingartiger Erkrankung) verbunden. Die Hypertrophie und Hyperplasie der Nebennierenrinden, Muskelschwache und Atrophie, Leukozytose verbunden mit Neutrophilie, Eosinopenie und Lymphopenie, Fettdepositionen in der Leber, erhohtem Serum-Kortikosteroid-Spiegel und vermehrtem 17-Hydro-Kortikosteroid-Gehalt des Serums deuten auf die ACTH Produktion der Tumoren hin. Mineralisierung der Lunge und anderer Gewebe fand sich bei allen Hunden mit funktionell aktiven Adenomen.
Die Adenome des Pars intermedia schienen von dem Deckepithel des residualen Lumens der Hypophyse auszugehen, und zwar von der dem Infundibularprozess anliegenden Wand. Sie waren von der komprimierten Pars distalis scharf abgesetzt.
